Introduction
The term complexity was originally applied by Gilmartin et al. [ 1• ] to describe sleep-disordered breathing (SDB) that manifests as a combination of both repetitive obstructive and nonhypercapnic central SDB events in one individual-airway obstruction coinciding with periodic breathing, mixed apneas, predominance of obstructive apneas in rapid eye movement (REM) sleep but central apneas in non-REM sleep, positional dependence (obstructive apnea while supine and central apnea in the lateral position), or time-of-night dependence (obstructive apnea early and central apnea late at night) [ 1• , 2 ] .
Subsequently, a working defi nition of a common subset of complex SDB was developed to better characterize the clinical characteristics and prevalence of this , or a Cheyne-Stokes respiratory pattern becomes prominent and disruptive ( Fig. 1 ) . Others have used a defi nition that includes a CAI > 5 on therapeutic trial of CPAP without (or irrespective of) central apnea activity during the diagnostic study [ 7 , 8 ] .
Several cross-sectional studies found a prevalence of about 15% in patients referred for suspected SDB [ 3 , 8 ] . Nearly all studies show that after optimal CPAP titration, CompSAS patients have moderate to severe residual SDB and sleep fragmentation ( Table 1 ) .
The etiology of CompSAS is thought to involve coexistence of two prominent mechanisms leading to destabilization of sleep: upper airway obstruction and derangement of respiratory control similar to that found in central sleep apnea (CSA) syndrome or Cheyne-Stokes respiration (CSR). Common risk factors for CSA/CSR include systolic heart failure, atrial fi brillation, stroke, and older age, but these same risk factors have been only variably associated with Comp-SAS. Like CSA/CSR, however, CompSAS tends to occur among men ( Table 2 ) . Although enhanced ventilatory responsiveness is postulated in CompSAS, no published studies have evaluated ventilatory control in patients with CompSAS. 
